relationships were observed for the neuroticism PRS, with a (weak) specific effect only for anxiety once modelling general psychopathology. Discussion: Psychopathology during adolescence can be described by a general psychopathology construct that captures common variance as well as by specific constructs capturing remaining non-shared variance. Schizophrenia risk genetic variants identified through genome-wide association studies mainly index negative rather than positive symptom psychopathology during adolescence. This has potentially important implications both for research and risk prediction in high-risk samples. 
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Background: Genetic, post-mortem and preclinical studies in transgenic mice repeatedly implicate neuregulin 1 (NRG1) as a critical component in the pathophysiology of schizophrenia. Its predominant neuronal receptor, ErbB4, is primarily expressed in fast-spiking interneurons enabling the maintenance of normal excitatory/inhibitory balance (E/I balance) of neuronal networks. Changes in E/I balance can be assessed in-vivo via special electroencephalography (EEG) techniques and have become an important preclinical and clinical readout to investigate the underlying mechanisms of psychiatric disorders. In fact, patients with schizophrenia show aberrant processing of sensory information leading to deficits in auditory event-related potentials (AERP), the detection of deviant auditory stimuli (mismatch negativity, MMN) and the 40Hz auditory steady-state response (ASSR) as well as to increased basal gamma oscillation. Patients with Schizophrenia carrying NRG1 HapICE risk alleles appear to overproduce the NRG1 type III isoform in their brain. In the transgenic mouse, NRG1 type III overexpression (HANI mice; Velanac et al., 2012) results in altered synaptic activity and in behavioural changes like reduced prepulse inhibition and impaired cognition compatible with a schizophrenia-related phenotype (Agarwal et al, 2014) . In the present study, the potential disruption of the E/I balance in HANI mice has been investigate via EEG recording. Methods: Superficial electrodes were implanted above the auditory cortex and the frontal cortex. We used a novel wireless neurologger system for the recording of EEG data in awake freely moving mice. Data analysis was performed with commercially available software which is also used in clinical setting. Results: Overexpression of NRG1 abolished MMN, significantly increased the P1 and N1 amplitude of AERP, increased basal gamma oscillation and reduced phase-lock coherence in the 40 Hz ASSR compared to the wildtype littermates. Discussion: In this study we showed for the first time that overexpression of NRG1 leads to deficits in event-related EEG biomarkers supporting the notion that the NRG1-ErbB4 pathway is involved in maintaining the E/I balance, sensory stimulus processing and ultimately cognitive function. Our results indicate that the NRG1 III tg mouse model represents a tool with high translational potential to investigate pathological mechanisms related to schizophrenia. Subjects were asked to lie in the scanner keeping eyes closed with no further specific instructions. Data were pre-processed; we applied FSL MELODIC (pICA) yielding IC, we used FIX to auto-classify ICA components which represent artifacts and an automated routine to select for each subject the component matching the anatomical definition of resting state networks. SPM12 was used for second level analysis, we used two sample t-test to compare networks functional connectivity between groups. Results: Our method reliably identified all networks in every controls and patients. We found significant differences in the anatomical pattern of areas. Patients showed decreased functional connectivity in comparison to healthy controls in portions Cerebellum, DMN, Fronto-parietal1,
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